state signal amplitude in a manner that also follows the cortical expression of PVALB.
Introduction

67
Ramón y Cajal theorized that the functional diversity of the human brain arises, in part, from the . The development of densely sampled gene transcriptional atlases now enables the 74 study of cellular and molecular correlates of functional brain network architecture [8] [9] [10] [11] . Despite these 75 methodological advances and a clear role for interneurons in the modulation of excitatory neuron activity,
76
relatively little is known about how the spatial distribution of interneuron subtypes shape human brain 77 activity and associated risk for psychiatric illness.
78
The topographic distribution of interneuron subtypes is theorized to contribute to regional and 79 functional network specialization, partly by altering the relative excitatory/inhibitory balance within a given 80 patch of cortex 9, 12, 13 .
Interneurons comprise approximately 20-30% of cortical neurons 14 and form
81
stereotyped microcircuits with excitatory projection neurons 15 . While the precise number of interneuron
82
subtypes is under debate, the vast majority express one of a limited set of genetic markers: somatostatin 
129
Stereotyped anti-correlation of SST and PVALB interneuron markers across cortex
130
The unique properties of interneuron subtypes emerge early in development and are determined,
131
in part, by their spatial location of origin in the embryonic ganglionic eminence 28, 29 . 
154
and PVALB was negatively correlated across cortical subregions (r(39)=-0.87, p=1.0e-13).
155
Suggesting that interneuron spatial gradients are a core organizational feature of primate cortex, 
256
SST expression within the 3 overlapping mPFC limbic parcels is greater than all other cortical parcels. (h)
257
PVALB expression within the 15 overlapping somato/motor parcels is greater than all other cortical 258 parcels.
14
SST/PVALB ratios co-vary with resting-state signal amplitude across cortex.
260
Computational work in rodents posits that the ratio of SST to PVALB interneurons contributes to 261 regional differences in function and hierarchical organization across cortex 13 . 
284
limbic parcels). Conversely, clusters with higher relative PVALB had higher RSFA (e.g., visual, parietal).
285
Across individual interneuron markers, we observed a positive correlation to parcel-wise RSFA and 
19
The association between genetic risk for schizophrenia and brain function follows the spatial 
371
To test whether polygenic risk for schizophrenia influences cortical RSFA, we calculated a 
392
Genes were rank-ordered by cortical spatial correlation to SST and PVALB, then divided into 500 gene 
424
Adaptive functioning depends on the brain's capacity to integrate information across timescales.
425
Higher-order cognition often requires information accumulation over time, whereas sensorimotor 426 processing entails rapid adaption to changing external stimuli 18, 47, 65, 66 . These informational demands are 
486
Information) allows for more precise understanding of the biological processes contributing to our results.
487
Lastly, the in vivo imaging and genetic analyses focus on an aging population of White/non-Latino 488 individuals. As genetic effects can vary across ethnic and demographic subgroups 77, 78 , the stability of the 489 results reported here should be examined across diverse populations.
490
Inherited genetic variation shapes brain function within and across individuals 79, 80 . 
607
To assess whether schizophrenia polygenic risk was enriched among SST and PVALB correlated 608 gene sets, competitive gene-set analysis was conducted using MAGMA 59 . Rank-ordered SST and PVALB 609 genes were divided into twenty non-overlapping 500-gene bins. Schizophrenia summary statistics from 610 28 the GWAS of Ripke and colleagues was used 58 . Intragenic variants were defined using a ±5000 base pair 611 window, and gene set enrichment was estimated simultaneously across all 40 gene bins, revealing 612 whether a particular bin is more associated with polygenic risk for schizophrenia than all other genes.
613
Polygenic risk for schizophrenia 58 
643
Code Availability
644
Code used for these analyses will be made available upon publication at the following url: 698
